The increase in urinary catecholamine was observed in the animals subjected to cold (1, 2). Norepine phrine and epinephrine released from sympathetic nervous system and adrenal glands produced to increase plasma glucose and NEFA as fuels. The blockade of catecholamine action and the depletion of tissue cate cholamine led to death during cold-exposure (3). Our previous experiments showed that in the course of prolonged cold-exposure the initial increase in plasma glucose gradually returned to the control level. On the contrary, the increased plasma NEFA was observed to be maintained during cold-exposure. This seemed to indicate that plasma NEFA is a favorable fuel for maintaining the body temperature in pro longed cold-exposure (4).
